in the lower exposure group. We did point out that at Deer Park the higher exposure group was first exposed earlier than the lower exposure group.
Ross also feels that we made no effort to distinguish between the effects of ECH alone from those of ECH in combination with allyl chloride. We did, in fact, do this. On page 276 of our article where we point out that the only raised cardiovascular disease SMR was for workers with moderate to heavy exposure to ECH and who had probable exposure to allyl chloride (SMR = 120-7). For workers without probable exposure to allyl chloride the SMRs were much lower.
Finally, Ross quotes from page 276 of our article "There is little in human or animal experience to suggest a relation between allyl chloride and cardiovascular disease." The In this he defined asbestosis as "a chronic pneumokoniosis affecting all asbestos workers within five years, the fibrosis being basal, beginning on the right side and being accompanied by diffuse pleural adhesions, whilst the upper lobes are emphysematous, the symptoms being early dyspnoea with dry cough followed by wasting, anorexia and weakness, without fever, night sweats or Tubercle Bacilli in the Sputum, and terminating fatally in 20 to 30 years from exhaustion and intercurrent disease." Grieve described 15 cases of asbestosis at various stages including one woman who had died and for whom there was available postmortem material. In nine of the 15 cases, he was unable to find evidence of tuberculosis which led him to the conclusion that "pulmonary tuberculosis does not supervene and is not the ultimate cause of death." Interestingly Dr A C Haddow, Grieve's senior partner, described the clinical aspects of asbestos'5 at a BMA meeting in 19293 and quoted a case "in which the curious bodies were found in a man who was not employed in the industry, but who lived next door to an asbestos factory. The result was confirmed by Prof J M Stewart (Leeds)."
As Professor of Pathology at Leeds University, Stewart's interest in asbestosis included the development of techniques for demonstrating the peculiar bodies in material from lung puncture about which he published a paper together with Haddow in 1929.4
The contribution of Grieve, Stewart, and Tattersall, a Leeds radiologist, to his understanding ofthe nature of asbestos'5 was formally acknowledged by E R A Merewether in his influential "report on the effects of asbestos dust on the lungs and dust suppression in the asbestos industry" published in 1930.5 We are about to start the second phase of our research into mesothelioma deaths in Leeds in which the relative contributions of differing types of exposure to asbestos in the development of mesothelioma will be examined. 
